Activation of type I interferon in systemic lupus erythematosus.
Type I interferon (IFN) has been implicated in the pathogenesis of systemic lupus erythematosus (SLE) since the late 1970s when elevated serum levels were noted in patients with this autoimmune disease. More recently, the ability of SLE sera to induce IFN in normal peripheral blood mononuclear cells has been noted and led to the recognition of RNA/DNA-containing immune complexes as key components of this IFN-inducing factor. Interest in the field grew with the publication of several gene expression studies that documented activation of the type I IFN pathway in patients with SLE. This activation was associated with disease activity and severity. The important implications of these advances for the management of patients with SLE are twofold. First, IFN may be a useful biomarker of disease subtype and activity and, second, IFN is a rational target for therapeutic intervention. Cautious blockade of this pathway might eliminate an important contributor to autoimmunity.